DR. TOBIAN: I am pleased to hear some of the conclusions that were reached by Dr. Conway, in that his findings suggest that a change in the thickness of the wall of the arteriole by itself might significantly narrow the lumen. Such an increase of the wall thickness would increase the narrowing of the arteriolar lumen in response to a pressor agent, while the muscle fibers themselves are exhibiting the normal amount of shortening to this dose of pressor agent. Waterlogging of an arteriole could well produce this narrowing of the lumen as well as an apparent hyper-reactivity of arterioles to pressor agents. I am still a little troubled by one thing relating to the studies where you increased the blood pressure with renin and then found the same pressor response to adrenaline, as was seen in a rabbit with normal blood pressure. This comparison may be valid but, on the other hand, I suggest that it may not be. You might have some compensating errors. For instance, when you are giving some renin and the lumen size of the arterioles narrows, this narrowing itself might produce an apparent increased response to adrenaline even though the adrenaline is only causing its usual muscle shortening. This can be shown on geometric models of arterioles. On the other hand, the fact that the arterioles are already partially depolarized by renin I would like to present direct evidence that in proper dosage there is a definite peripheral vasodilating effect of hexamethonium and would, furthermore, suggest that this is the principal mechanism by which the blood pressure is lowered. Figure 1 shows the sympathogalvanic reflex (SGR) tracings from 3 extremities and a digital plethysmographic tracing in the lowest channel. The SGR is a direct test of sympathetic activity in the intact, unoperated, unmedicated individual.' If sympathetic activity is present, a biphasic curve is obtained in the tracing in response to a stimulus. If sympathetic activity is absent, any stimulus will fail to produce the typical response and a straight line results. At the beginning of the illustration sympathetic activity is present and the base line for the digital plethysmograph can be observed. Twenty-five milligrams of hexamethonium depressed but did not eliminate the SGR activity. There was some increase in amplitude of digital pulsation. Another 25 mg. of hexamethonium intravenously did sympathectomize this subject so no further drug was given. The plethysmograph showed a 100 per cent increase in digital pulsation. Thirty-five minutes later there was a slight return of sympathetic activity as the effect of the hexamethonium wore off, and about a 50 per cent decrease in digital pulsation is recorded. Dr This indication, that sympathetic arteriolar hyperactivity is not a decisive factor in the pathogenesis of early or late renal hypertension, receives further support from Dr. Conway 's findings suggesting that a structural change occurs in the arterial tree of renal hypertensive animals. Is this an edema of the arterial and arteriolar wall, a water-electrolyte shift, as suggested by Dr. Tobian? In any case, if such a change does occur, resulting in thickening of the vessel wall with consequent greater decrease in radius in response to a low order vasoconstrictor influence-and therefore with consequent greater pressor response-then all the more is it unnecessary to invoke a hypothetical, sympathetic, neurogenic hyperactivity as a decisive mechanism in sustained renal hypertension. Therefore, it would appear more appropriate to speak of "feathers in the cap " rather than "flies in the ointment " in evaluating the over-all results of this conference as they bear upon the validity of Dr. Goldblatt 's credo. Dr. Skegg's demonstration of circulating hypertensin in the peripheral blood of hypertensive patients relatively large amounts in malignant hypertension, and smaller but apparently significant amounts in benign hypertension, is an additional "feather in the cap." So is the cardinal achievement of the synthesis of hypertensin by Drs. Bumpus 
